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Fig. S3. CDK1 phosphorylates S125 and S375 of Rad51 and T412 of Rad52 in cells. (A)
The prediction of Cdc28-dependent phosphorylated residues of Rad51 and Rad52 by GPS 3.0.
S and T in red indicate serine and threonine residues that were predicted to be phosphorylated.
(B) Identification of Cdc28-dependent phosphorylated residues of Rad51 by using the phospho-CDK substrate antibody. WT and 2A indicate wild-type Rad51 and Rad51-2A, respectively.
Rad51 proteins were immunoprecipitated by anti-HA beads, and analyzed by immunoblot assay.
(C) Identification of Cdc28-dependent phosphorylated residues of Rad52 by mass spectrometry.
Fig. S4. Nonphosphorylatable mutation of Rad51 impairs the strand invasion process even in the G 2 /M phase-arrested cells. Homologous recombination efficiency of rad51-2A
cells was examined under cell cycle-arrested conditions. All strains were grown in YP media containing 2% raffinose to OD 600 = 1.0 and diluted to OD 600 = 0.5. 150 M -factor and 15 g ml -1 nocodazole were treated to synchronize cell cycle to the G1 and G2/M phase, respectively.
Genomic DNA was extracted every 1 hr after 2% galactose addition and analyzed by PCR.
Arrowheads indicate the PCR products of the homologous recombination intermediates.
Asterisks indicate the PCR products of the control region (ARG5,6). cells under cell cycle-arrested conditions. Experiments were performed as described in fig. S1B (B)  phosphatase treatment used to assess the protein amount of Rad52 and Rad52-T412A.
400 units of  phosphatase were directly treated to each cell lysate. The relative amount of Rad52, normalized against that of wild-type Rad52 without  phosphatase treatment, is shown below each lane. Hexokinase was used as a loading control. 
